tuberculosis (see Table 1 ), hepatic granulomata of unknown cause being the second most common diagnosis.
Portal hypertension has been reported in only 21 cases to date (Vilinskas et al. 1970 , Maddrey et al. 1970 . We have seen this case and one other, making a total of 23. Why portal hypertension should only occur in this small number of cases is not clear, but it is suggested that the intensity of granulomatous infiltration and the position of the granulomata within the portal tracts may be significant factors. The histology of the present case would be compatible with both these theories. The portal hypertension is presinusoidal in type (Sherlock 1968) .
Maddrey reported 2 cases with proven postsinusoidal hypertension and proposed that arteriovenous shunts developed in relation to the granulomata, causing increased hepatic blood flow with secondary increased vascular resistance and thus portal hypertension. This hypothesis has yet to be proved. Other workers suggest that granulomata may progress to fibrosis and true cirrhosis with its typical postsinusoidal hypertension. Serial liver biopsies in isolated cases have shown progression from a relatively normal liver with granulomata to a frankly cirrhotic liver, but other workers express the opinion that the cirrhosis in these cases is purely coincidental.
Specific treatment of these patients, when indicated, has been confined mainly to corticosteroids. Decrease 
